occasions (3 years and 6 years after her original illness) were normal. Spinal MRI performed during a quiescent period (11 years after her original presentation) showed no abnormalities, including in the thoracic region. Her CSF has been examined on a further two occasions (at 3 years and 11 years) and has shown no oligoclonal bands. On each recurrence the transverse myelitis responded impressively to parenteral steroid therapy, with rapid improvement of motor and bladder function. In recent years she has developed persistent mild sensory impairment in the lower limbs. Between attacks her general health has been good.
Trigeminal trophic syndrome is an ulcerative condition of the face particularly involving the ala nasi. It most commonly affects adults, after iatrogenic, vascular or neoplastic damage to the trigeminal nerve.
CASE HISTORY
A boy aged 14 months was referred with a four-week history of crusting affecting the right external nares. Two weeks before the onset of crusting, he and his three sisters had experienced typical herpes labialis, Herpes simplex being identi®ed in swabs taken for virological investigation. The sisters had had previous attacks. On examination, crust was occluding the boy's right external nares, with in¯ammation of the septum and partial loss of the right ala nasi ( Figure 1 ). He was growing normally and had passed all his developmental milestones satisfactorily. Herpes infection with secondary bacterial infection was suspected and swabs taken from the edge of the crusted area at this time subsequently revealed infection with Herpes simplex. Oral aciclovir (200 mg ®ve times daily), oral¯ucloxacillin (62.5 mg four times daily) and topical triclosan (2%) washes were prescribed, each for seven days. There was no improvement and after a further three weeks he was referred to the ear, nose and throat service for examination under anaesthesia and biopsy of the in¯amed area to rule out a foreign body, centro-facial neoplasm or Wegener's granulomatosis. No foreign body was found and a nasal mucosal biopsy specimen was histologically normal. He was then referred to the paediatric service. After two infusions of aciclovir (50 mg/24h), oral aciclovir (200 mg twice daily for three months) was prescribed for presumed recurrent Herpes simplex infection (although viral swabs were now negative). The child was investigated extensively for evidence of susceptibility to infection as well as for other possible causes of the lesion. Investigations included serum protein electrophoresis, immunoglobulins, complement, markers of cellular immunity (lymphocyte adhesion molecules, neutrophil function studies, lymphocyte subclasses), in¯ammatory markers (C-reactive protein, erythrocyte sedimentation rate), vasculitis screen (immune complexes, antinuclear factor, extractable nuclear antigens, antineutrophil cytoplasmic antibody), Mantoux test, Treponema pallidum haemagglutination test, renal and hepatic function tests and full blood count. No abnormalities were found. During an inpatient stay he was accommodated in a cubicle closely observed by nursing staff to rule out nonaccidental injury. A good bond was observed between the child and his mother and at no time was deliberate trauma to the nose observed. At dermatology review three months postoperatively, the crusting was still present although milder and the loss of the ala was no longer progressive. Viral swabs were negative. The patient was carefully observed but was seen to pick at the affected area only occasionally. He did invariably have bloody crust material under his ®ngernails, however, indicating that he had picked at the area.
The in¯ammation gradually subsided and was quiescent for six months, but ulceration recurred ®fteen months and twenty-one months after the original referral, with vesicular herpetic lesions on the right cheek on the second occasion. Vesicle¯uid contained Herpes simplex virus which was not resistant to aciclovir. Now that the boy can communicate better, the parents are able to dissuade him from further traumatizing the area. COMMENT We feel that this patient has trigeminal trophic syndrome (TTS) secondary to Herpes simplex trigeminal neuritis, rather than recurrent herpetic ulceration or TTS from another cause. Intermittent recurrences of Herpes simplex infection at this site may nonetheless have contributed to the tissue damage.
TTS occurs in association with trauma to the sensory elements of the trigeminal ganglion, usually after ablation for trigeminal neuralgia 1 . It may also occur after infarction of the posterior cerebellar artery, with brainstem neoplasms or their treatment 2 or in association with infections, particularly Varicella zoster 3 , Herpes simplex 4 and leprous trigeminal neuritis 5 . The ulceration and tissue damage is thought to result from self-mutilation triggered by the paraesthesia or dysaesthesia.
Having not yet learned to speak at initial presentation our patient was unable to report any altered sensation, although by refusing examination of the area he did indicate discomfort. Because of his young age and lack of cooperation, formal neurological examination to delineate an area of dysaesthesia was not possible. For the same reasons nerve conduction studies were not undertaken.
TTS is usually a disease of adults. In reported cases the age range is 26±94 years (mean and median 60 years), with a female preponderance. Impaired cognitive function, particularly dementia 6 , is thought to promote the condition (partly because patients cannot be dissuaded from traumatizing the affected area). The same may apply to very young children such as our patient. Some patients report burning, pruritus or formication. Of eight patients with TTS described by Schorstein 7 , seven experienced such troublesome paraesthesias that they repeatedly traumatized the nasal skin.
Therapeutic approaches include transepidermal nerve stimulation 8 and various neurotropic agents. Carbamazepine 9 and diazepam and amitriptyline 10 have been reported effective in adults, as has pimozide in one cognitively impaired elderly patient 11 . Sublesional steroid combined with aciclovir is said to be effective for herpetic TTS 4 . Surgical repair of the defect with innervated¯aps from the contralateral ala nasi or from the forehead 12 has given good long-term results but this approach will fail unless the patient stops traumatizing the area 2 . Protective devices can be worn at night 3 . Unfortunately the ulceration in TTS commonly persists, particularly in the elderly 13 or in confused patients who compulsively pick at the skin. The prognosis is likely to be more favourable in children such as our patient, who now understands the need to avoid further trauma to the area. Perianal Paget's disease is an in-situ or invasive adenocarcinoma commonly associated with an underlying visceral malignancy. To date, there has been no reported case of metastasis from an apparently in-situ perianal Paget's lesion without underlying carcinoma.
A man aged 69 had an 18-month history of puritus ani and a perianal rash. Despite topical treatments the pruritus persisted and the area of the red rash increased. There was no history of rectal bleeding or other gastrointestinal symptoms. He had no family history of colorectal cancer.
On examination, there was an oval area of erythema in the right anterior area of the anal margin, extending up to the dentate line, suggestive of Paget's disease. This area included a posterolateral skin tag which had a raised and slightly irregular appearance. Biopsy con®rmed the diagnosis of Paget's disease. Findings on proctosigmoidoscopy, barium meal and follow-through were all normal. Colonoscopy revealed only two small (3 mm) polyps in the descending colon, which were shown to be mildly dysplastic tubular adenomas. Wide local excision of the full thickness of perianal skin and anal mucosa achieved 1 cm clear margins macroscopically. Histological examination of sections throughout the specimen revealed in-situ disease only (Figure 1 ). The skin edge was undermined and advanced to cover the defect. Skin grafting with a defunctioning colostomy was not required. Six months later the patient noticed swelling of his right leg and a lump in the groin. Haematoxylin and eosin (6400)
